Both studies agree that qin plays a role in the piRNA pathway and is required to repress reteroelements but differ in some aspects of their conclusions about qin function. We reported that kumo M41-13 , hereafter designated qin kumo , homozygous females exhibited mislocalization of many piRNA pathway components from the nuage, a perinuclear structure where piRNA pathway components are concentrated in the ovary. We also reported a reduction in piRNAs targeting transposons (Supplementary Table 3 in Anand & Kai, 2012) . In contrast, Zhang et al found no change in localization of piRNA pathway components to the nuage and observed an increase in Aubergine(Aub)-Aub homotypic ping-pong in the qin 1 /Df alleleic combination, which led Zhang et al to propose that qin is required for maintenance of heterotypic, Aub-Argonaute3 (Ago3) ping-pong (Zhang et al, 2011) . In the accompanying Correspondence, Zhang et al challenge some of our findings. The key issue is whether the localization of piRNA pathway proteins to the nuage is compromised in absence of qin. The two groups used different alleles in the original reports. Zhang et al used qin 1 and qin 2 (transposon insertion alleles) in their original article (Zhang et al, 2011) . In our hands, these alleles over deficiency did not behave as genetic null (i.e. females were not completely sterile right after eclosing and still expressed partial qin transcript). The fact that Zhang et al did not observe nuage mislocalization in those alleles may reflect hypomorphic status of those alleles. Our study was based on an allele, qin kumo , which has a small deletion that removes a potential start codon of qin and fails to produce qin transcript. It behaves like a genetic null in trans to a deficiency (fully female sterile). Zhang et al now report that they did not observe mislocalization of Aub, Ago3 and GFP-Vasa when qin kumo was placed over Df(3R)Exel6180, and suggest that observed defects in nuage localization could reflect a background mutation on the qin kumo chromosome.
Although not reported in our previous report, our result had been confirmed in ovaries from qin kumo /Df(3R)Exel6180 ovaries (data not shown). These results confirm our original finding that qin is required for robust localization of these piRNA patwhay components to perinuclear nuage (Anand & Kai, 2012) . We also note that our earlier report showed that expression of a full-length qin transgene under control of the germline driver, nosGal4, rescued the sterility of the mutant (65% hatching rate compared to sibling control) and the defects in nuage localization of several piRNA pathway components in qin kumo homozygous female (Fig 2 and Supplementary The subtle decrease in transposonmapping piRNAs reported by our group and the piRNA analysis of qin mutants performed by Zhang et al placed qin in a separate category from other piRNA components such as aub, krimp, armi and spn-E whose loss-of-function leads to a severe loss of piRNAs (Malone et al, 2009 ). Though we did not focus on Aub-and Ago3-bound piRNA populations in our original study, and hence could not appreciate the homotypic ping-pong, we did report an increase in sense piRNA levels and a decrease in antisense piRNAs mapping to many transposons families ( Supplementary Fig 9 and 
